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I n tro du ction
Pancreatic calcification in Africans has been 
well documented from Nigeria (Kinnear, 1963; 
Olurin & Olurin, 1969), Uganda (Shaper, 
1964) and the Congo Republic (Sonnet, Bris- 
bois & Bastin, 1966). However, only one case 
report has been described from Rhodesia 
(Gelfand & Carr, 1961), Malawi (Goodall & 
Pilbeam, 1964) and Tanzania (Haddock, 
1964). (Fig. 1).
During a one year period, October 1970 to 
September 1971, all new diabetic patients ad­
mitted to Harari Hospital were screened for
steatorrhoea and had an X-ray of their abdo­
men for pancreatic calcification. O f 98 patients 
X-rayed, three were found to have pancreatic 
calcification. During the same period of study 
two other patients were also seen with pan­
creatic calcification, one had been a diabetic for 
three years and the other a new diabetic who 
died soon after admission, and was found at 
autopsy to have extensive pancreatic calcifica­
tion.
In addition to the above five cases, two other 
patients have been seen at Harari Hospital with 
pancreatic calcification, one in 1966 and the 
other in 1973. This communication describes 
the clinical pattern seen in these seven patients, 
with a brief review of the aetiology and clinical 
description- as found elsewhere on the African 
continent.
C ase  H istories 
Case 1
C.M. 41 year old male waiter.
History: Classical history of diabetes with 
polyuria, polydypsia and loss of weight. Large 
bulky foul smelling stools for 2 years. No 
abdominal pain before admission.
Past history: Ten years previously severe 
attack of acute abdominal pain with radiation 
through to back. No operation performed. 
Heavy drinker of African home brewed beer.
Examination: Well built man with parotid 
enlargement. No neuropathy or retinopathy.
Relevant Investigations: Haemoglobin 15
grams/100 ml. Glucose Tolerance test (G.T.T.) 
diabetic curve. D-Xylose and vitamin Bi2 ab­
sorption normal. Faecal fat excretion 13,6 
grams a day. Jejunal biopsy slightly abnormal 
with mainly leaf villi and numerous ridges. 
Abdominal X-ray •—  pancreatic calcification. 
Pancreatic function test (P.F.T.), grossly ab­
normal. Duodenal loop elongated and irregular.
(Fig- 2) •
Treatment: 60 units of Lente insulin daily.
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Fig. 2.— Elongated duodenal loop with small flecks 
of calcification visible in loop.
Case 2
A.M. 44 year old male cashier.
History: Vomiting and upper abdominal pain 
for two weeks, no radiation through to back. 
Classical symptoms of diabetes mellitus on direct 
questioning.
Past History: Nine months previously acute 
attack of abdominal pain necessitating hospital 
admission. No operation performed. Diagnosed 
as peptic ulceration with little proof; in retro­
spect almost certainly acute pancreatitis. Heavy 
drinker of home brewed African beer.
Examination: Thin man with epigastric ten­
derness. No parotid or liver enlargement, 
retinopathy or neuropathy.
Investigations: Haemoglobin 12 grams/100 
ml. G.T.T. diabetic curve. Bilirubin 1,8 mgs./ 
100 ml. Alkaline phosphates 32 K.A. units/100 
ml. S.G.O.T. and S.G.P.T. normal. Albumin 
3,5 grams/100 ml. No serum insulin response 
to I.V. tolbutamide. Faecal fat excretion 7,6 
grams a day. D-xylose and Bi2 absorption 
normal. Pancreatic Calcification on abdominal 
X-ray. Hypotonic duodenography showed ob­
struction in second part of duodenum. (Fig. 
3 ). P.F.T. grossly abnormal. Jejunal biopsy 
was abnormal with predominantly convolutions 
and stunted villi.
Laparotomy (Mr. J. Gordon) : Carried out 
for symptoms of obstruction and jaundice, 
showed a large retroperitoneal abscess with 
granulation tissue causing obstruction to second 
part of duodenum.
Treatment: Chlorpropamide 500 mgs. daily.
Case 3
M. H. 40 year old municipal policeman.
History: Intermittent abdominal pain with 
radiation through to back over a three year 
period. Jaundice noticed one week before 
admission. No history to suggest steatorrhoea. 
No past episodes of severe abdominal pain. 
Heavy drinker of home brewed African beer.
Examination: Haemoglobin 14 grams/100 
ml. G.T.T. diabetic curve. A good serum insu­
lin response to I.V. tolbutamide. Bilirubin 2,9 
mg. %, alkaline phosphatase 40 K.A. units/ 
100 ml. S.G.O.T. 36 IU / litre. S.G.P.T. 51 
IU /litre. Serum albumin 3,1 grams/100 ml. 
D-xylose excretion and vitamin Bi2 absorption 
normal. Faecal fat excretion 11,4 grams a day. 
Jejunal biopsy abnormal with a predominantly 
ridged pattern .with a few stunted leaf villi 
(Fig. 4 ). Duodenal loop very irregular. P.F.T. 
grossly abnormal. Abdominal X-ray —  Pancre­
atic Calcification.
Fig. 3.— Obstruction of second part of duodenum 
in Case 2 with a trickle of barium leaking 
through. Air outlines stomach with duode­
nal tube in position.
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Not hypoglycaemic. Died one day later and
?■ 4.— Jejunal biopsy showing predominantly
ridged pattern with a few stunted leaf villi 
in Case 3.
Laparotomy (Mr. S. Wapnick) performed 
because of obstructive jaundice; enlarged head 
and body of pancreas found suggestive of car­
cinoma. A by-pass procedure was performed 
and the biopsy showed chronic pancreatitis with 
no evidence of malignancy.
Case 4
W.M. 36 year old male storekeeper.
History: Three years before admission diag­
nosed at laparotomy as acute pancreatitis. Since 
then poorly controlled diabetes; admitted for 
stabilisation. Occasional episodes of central 
abdominal pain and foul. smelling yellow stools. 
Was a heavy drinker of home brewed African 
beer.
Examination: Thin man with no retino­
pathy, neuropathy or parotid enlargement.
Investigations: Haemoglobin 13 grams/100 
ml. Albumin 2,4 grams/100. ml. Faecal fat 
excretion 16 grams a day.. Abdominal X-ray 
— pancreatic calcification. Duodenal loop 
elongated and irregular. P.F.T. grossly. ab­
normal.
Treatment: Controlled on -Lerite insulin 25 
units daily.
Case 5
K.K. 62 year old farm labourer.
History: Classical history of diabetes mellitus. 
No abdominal pain or previous history of serious 
illness.- Initial blood sugar 515 mgs./lOO ml. 
One day after admission began to twitch on 
one side of the body and later lapsed into coma.
autopsy revealed an extensively calcified fibrotic 
pancreas (Fig. 5) with heavy deposits of haemo- 
siderin in the hepatic and Kupffer cells and 
portal areas. No explanation found for sudden 
deterioration and death.
Case 6
M.M. Housewife aged 40.
History: Three weeks right sided abdominal 
swelling with an 8 month history of intermit­
tent central and epigastric pain without radia­
tion to back; loss of weight. Jaundice noticed 
one week before admission. No previous history 
of severe abdominal pain. Was a heavy drinker 
of home brewed African beer.
Examination: Thin jaundiced woman with a 
palpable liver, gall bladder and epigastric mass. 
No parotid enlargement.
Investigations: Haemoglobin 12,6 grams/100 
ml. Bilirubin 26,4 mgs./lOO ml. (Conjugated 
17,4 mgs./lOO ml.) S.G.O.T. 100 IU/litre, 
S.G.P.T. 65 IU/litre. Alkaline phosphatase 41 
K.A. units/100 ml. Albumin 2,7 grams/100 
ml. G.T.T. not diabetic. Straight X-ray of 
abdomen —  pancreatic calcification (Fig. 6) ..
Laparotomy (Mr. Fleming) : Performed be-' 
cause of obstructive jaundice. An enlarged firm 
pancreas with calcified and cystic areas was 
found with a distended common bile duct 
(C.B.D.) and an enlarged cirrhotic looking 
liver. Duodenostomy was performed and a 
stenotic area found in the C.B.D. within the 
pancreatic head. Duodeno-cholesystomy was 
done and a biopsy from the pancreatic duct and 
from a cyst showed a well differentiated adeno­
carcinoma of duct origin.
Fig. 5. Post mortem X-ray of the pancreas showing 
extensive calcification of the pancreas in 
patient.5.
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cation in temperate climes, the most striking 
difference is the greater incidence seen in Afri 
can patients of associated steatorrhoea and dia 
betes.
Aetiology. There has been much discussioi 
on the Aetiology of pancreatic calcification 01 
the African continent.
Alcohol: In France (Sarles et al., 1965), th 
U.S.A. (Howard & Jordan, 1960), the U.K 
(Howat, 1968) and in the Cape Coloured popn 
lation in Cape Town (Marks & Bank, 1965
Fig. 6.— Extensive pancreatic calcification seen in 
straight X-ray of abdomen in Case 6.
Case 7
D.A. 12 year old school girl.
History: Classical symptoms of diabetes melli- 
tus. No abdominal pain.
Investigations: (Dr. Clain) Initial blood
sugar 1000 m gs./100 ml. Haemoglobin 11,2 
grams/100 ml. Faecal fat excretion 10,6 grams 
a day. Abdominal X-ray —  pancreatic calcifi­
cation. D-xylose excretion and B12 absorption 
■normal. Jejunal biopsy within normal limits.
Treatment: 120 units of soluble insulin in 
divided doSes; control very difficult.
D isc u ss io n
Pancreatic calcification is much more com­
mon in Rhodesian Africans than was hitherto 
thought. Five cases were seen during a one 
year study period, emphasising the point that 
the more diligently one looks for a condition 
the more cases will be found.
A number of common clinical features became 
apparent from this small series. Most of the 
patients were male, who were over the age of 
40 and were heavy drinkers of home brewed 
beer. No patients drank spirits. Three patients 
gave a history of either proven (or suggestive 
of) acute pancreatitis prior to the discovery 
of their pancreatic calcification. Two patients 
denied any history of abdominal pain and only 
two on direct questioning had a history sugges­
tive of steatorrhoea. No patients had a family 
history of diabetes. Three patients presented 
with jaundice and only one had parotid en­
largement. No patients were anaemic. Six of 
the patients were diabetic and all five patients 
who had faecal fat excretion measured had 
steatorrhoea (in excess of 6 grams of fat a day).
When the clinical picture of pancreatic calci­
fication is compared with pancreatic calcifi-
alcohol appears to be aetiologically significar 
in chronic pancreatitis. In Africa the cause 
less clear. Olurin & Olurin (1969) in Nigeri 
categorically state that alcohol does not pla 
a roll in the aetiology as 75 per cent, of tire: 
patients are under the age of 20. Shaper (1964 
in Uganda feels that there are a number ot ] 
factors interacting on the pancreas, alcohol be- I 
ing one, in patients who are generally poorly 
nourished. Six of the seven patients reported 
here were heavy drinkers of African beer and 
obviously the aetiology in the little girl must be 
completely different.
Malnutrition: This appears to be aetiological 
role favoured by most African writers (Kinnear, 
1963; Shaper, 1964; Sonnet et al. 1966; Olurin 
& Olurin, 1969). However, the objective proof 
for this is scanty as there has been no long 
term prospective study of patients from a mal­
nourished childhood to adulthood. The prob­
lems of such a study are obviously enormous. 
However, there is some evidence from pancre­
atic function tests (P.F.T.). Barbezat (1967) in 
Cape Town demonstrated that exocrine pan­
creatic function returns to normal in children 
with kwashiorkor who are successfully treated, 
but that in the more chronically malnourished 
children the P.F.T. does not return to norm­
al following dietary treatment. Further sup­
port comes from Uganda where Banwell 
& Campbell (1967) investigated seven 
patients with protein caloric malnutrition. 
Following dietary treatment two of these 
patients were re-investigated with a P.F.T. 
which was still found to be abnormal, indicating 
permanent pancreatic damage.
Other possibilities have been put forward, 
such as acute pancreatitits, but as in other 
countries (Uganda, Shaper'1960; Banwell et al., 
1967; Nigeria, Olurin & Olurin, 1969) acute 
pancreatitis is rare in Rhodesia. Only 20 cases 
have been documented oyer a three year period 
at Harari Hospital (Wicks & Fleming, 1973), 
but three of the patients in this series gave 
a history of such an attack.
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Gallstones and biliary stones are also very 
uncommonly encountered (Wicks, Holmes & 
Davidson, 1971) at Harari Hospital and ap­
peared to play no obvious aetiological roll.
There have been a few case reports of pan­
creatic schistosomiasis with diabetes (Olurin & 
Olurin, 1969; Bibawi, 1970) but autopsy find­
ings at Harari Hospital on diabetics have not 
suggested this association here.
The possible part played by African herbs 
and medicine is purely conjectural but prob­
ably warrants further investigation.
Su m m a r y
Seven patients with pancreatic calcification 
are presented. Three of these patients gave a 
history of acute pancreatitis and six were heavy 
drinkers of African beer. Five of the patients 
investigated had steatorrhoea and six were 
diabetic. The possible aetiological factors and 
a brief review of pancreatic calcification in 
Africans are discussed.
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